It is well documented that patients with subacute thyroiditis have a painful and tender struma, fever, increased erythrocyte sedimentation rate (ESR), low radioactive iodine uptake and a self-limiting clinical course. Recently, however, several authors (Papapetrou and Jackson, 1975; Gluck et al., 1975; Woolf and Daly, 1976; Dorfman et al., 1977; Ginsberg and Walfish, 1977; Amino et al., 1977; Gorman et al., 1978; Inada et al., 1979; Nikolai et al., 1980) have described cases of chronic lymphocytic thyroiditis which showed transient thyrotoxicosis, low radioactive iodine uptake and no thyroidal pain or tenderness, and most of these cases were followed by transient hypothyroidism with spontaneous recovery to a euthyroid state. Such cases have been differentiated from subacute thyroiditis mainly on the basis of histological 
Discussion
Patients with rheumatoid arthritis show a relatively high incidence of antithyroid antibodies.
It has been reported that antithyroglobulin antibodies were found in 24.4% (Buchanan, 1965) and antimicrosome antibodies were also noted in 18% (Monterio et al., 1979) of patients with rheumatoid arthritis. On the other hand, Beare (1958) reported that 3 of 33 patients with biopsy-proved Hashimoto's thyroiditis had a history of rheumatoid arthritis. In addition, Becker et al. (1963) found this association in 20 patients (4%) with probable or definite rheumatoid arthritis in a series of 506 patients with Hashimoto's thyroiditis. However, it is not certain whether these patients with rheumatoid arthritis and Hashimoto's thyroiditis showed typical hypothyroidism or not. Therefore, the true association of these two diseases with hypothyroidism, as seen in the present case, has not commonly been recognized (Monterio et al., 1979) . It might be possible to consider that this patient has two separate diseases-rhematoid arthritis as well as chronic lymphocytic thyroiditis with hypothyroidism. However, it is by no means clear whether two different pathological processes could be occurring simultaneously or whether the patient might truly have one disease that has produced manifestations in the thyroid gland as well as other organs.
In this case, the clinical findings of chronic lymphocytic thyroiditis might also have been suppressed by the steroid therapy for rheumatoid arthritis, and acute cessation of the steroid hormone could have caused "destructive" thyroiditis as a form of transient thyrotoxicosis and, at the same time, led to the coexistence of chronic lymphocytic thyroiditis. To our knowledge, no such case has been reported in the literature.
It is said that steroid hormone is effective in suppressing the immunological reaction and relieving the clinical signs of chronic lymphocytic thyroiditis. Blizzard et al. (1962) reported that a decrease in the size of goiters, lowering of antithyroid antibody levels, and elevation of protein-bound iodine and butanolextractable iodine to normal values were observed following steroid therapy in three patients with Hashimoto's thyroiditis. However, he also noted that with diminution or cessation of the steroid hormone administration, the goiters and biochemical abnormalities of the disease recurred and the (Papapetrou and Jackson, 1975; Gluck et al., 1975; Woolf and Daly, 1976; Dorfman et al., 1977; Gorman et al., 1978; Inada et al., 1979; Nikolai et al., 1980) or at one to three months after delivery (Ginsberg and Walfish, 1977; Amino et al., 1977; Nikolai et al., 1980) , and is followed by transient hypothyroidism with eventual recovery to a euthyroid state or, in very rare cases, persistent hypothyroidism. There are reports of four cases of postpartum transient thyrotoxicosis followed by persistent hypothyroidism (Ginsberg and Walfish, 1977; Amino et al., 1977) . However, the true predisposing cause of transient thyrotoxicosis during the course of chronic lymphocytic thyroiditis has not yet been clarified. On the other hand, transient thyrotoxicosis after delivery has been suspected to emerge in relation to immunological changes and/or acute changes in steroid hormone concentrations before and after delivery (Nelson and Palmer, 1975; Amino et al., 1976; Amino et al., 1977; Ginsberg and Walfish, 1977) . These findings, together with those in the present case, suggest that immunological changes enhanced by a reduction in steroid hormone concentrations might be closely related to the occurrence of transient thyrotoxicosis in chronic lymphocytic thyroiditis, but it remains to be determined what kind of immunologicol changes might play a role in the occurrence of "destructive" thyroiditis.
In any case, it should be noted that acute cessation of steroid hormone administration for underlying disease can lead to coexistent chronic lymphocytic thyroiditis as a form of transient thyrotoxicosis.
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